We appreciate the interest shown by Dr Testa and colleagues regarding our article. 1 First, we acknowledge the wide variation in duration of stent implantation in our samples. Unlike clinical trials, where large numbers of patients can be studied and followed up at regular intervals, the pathological samples presented in the article are referred to us and are both rare and impossible to obtain at regular intervals. To the best of our knowledge, ours is the largest registry of these samples. We chose the time point Ͼ30 days to coincide with the clinical definition of late stent thrombosis (LST) reported in registries and clinical studies. [2] [3] [4] Just as in these studies, the timing of stent thrombosis varied widely.
In response to their second concern, Table 1 in our original article 1 is correct. The misunderstanding relates to the fact that Table 1 represents the sum of patients taking each type of antiplatelet agent. As stated correctly in the text, antiplatelet therapy status was known for 18/23 cases (78%) in the LST group and for 14/23 patients (61%) in the patent group (Table 1) . Eleven of 18 patients with LST (61%) and 5/14 with patent drug-eluting stents (36%) were on dual antiplatelet therapy. Four of 18 (22%) with LST and 2/14 with patent drug-eluting stents (14%) were on aspirin only, whereas 1/18 with LST (6%) and 1/14 with patent drug-eluting stents (7%) were only on clopidogrel. Two of 18 patients (11%) in the LST group and 6/14 patients (43%) in the patent drug-eluting stent group were not on antiplatelet therapy at the time of death. This means, for instance, that a total of 15 patients in the LST group were taking aspirin, as indicated in Table 1 .
We agree that from our data we cannot make any conclusions about the use of antiplatelet therapy in the causation of stent thrombosis. Of course, it is possible that different pathological mechanisms are involved in stent thrombosis at 1 month and at 2 years. In fact, we have shown previously that many different anatomic and pathological substrates underlie stent thrombosis, 5 but here we demonstrate that they are united by the finding of uncovered stent struts.
Finally, with regard to the number of sections studied, we examined serial sections every 2 to 3 mm, eliminating any concerns about selection bias. Just as stent length varies, our sections also vary in number from case to case, depending on the length of the stent. Our data represent the average of the sum of the data collected from each of these sections. We do not agree that our methodology undermines data regarding the location of thrombi and uncovered struts. The location of the thrombus within a stent does not change depending on the sections studied.
